from white adipose tissue (Correll 1963 , Vaughan & Steinberg 1965 . Thus it seems probable that white adipose tissue is not involved in the metabolic response to cold exposure except as a source of fuel; its primary function is to form, store and supply fatty acids. On the other hand, although brown adipose tissue also forms and stores fatty acid, its primary function is to burn fatty acid to produce heat. So far investigations have been largely on the physiology and biochemistry of this heatproducing tissue, but obviously it could also b* of considerable clinical interest. There are few observations directly relevant to the problem of obesity. Fawcett & Jones (1949) found that rich fat or carbohydrate feeding caused an increase in the fat content of brown adipose tissue, the many small vacuoles fused to form a single large vacuole. The same effect could be produced by giving cortisone, corticotrophin or thyroxin (Fawcett & Jones 1949 , Lachance & Page 1953 . The brown adipose tissue of the obese infants of diabetic mothers is largely composed of univacuolar cells (Aherne & Hull 1966) and in this state it is difficult to distinguish it from white adipose tissue either by the naked eye or under the light microscope. Whether its ability to produce heat remains unchanged in these circumstances is not known.
Meeting April 271966
Cases Pregnancy and Hypopituitarism A D Wright MB MRCP (for Professor Russell Fraser MD and G F Joplin MRCP) (Postgraduate Medical School, London) A K, woman aged 29 In 1962 a severe antepartum hemorrhage occurred, with failure of lactation post partum, and amenorrhoea, apart from one normal period four months later. There was no clinical evidence of hypopituitarism, and investigations (1964) showed normal pituitary fossa radiologically, normal thyroid function, low normal basal urinary 17-oxogenic steroids (5 mg/24 h) with a possible rise after metyrapone 500 mg 4-hourly for 24 hours (10 mg/24 h), urinary FSH< 12 mouse units/24 h and no serum growth hormone (<1 ng/ml) in response to insulin-induced hypoglycemia.
No treatment was given, and in 1964 the patient became pregnant again. Pregnancy was uneventful until 26 weeks when generalized cedema occurred and investigations suggested adrenocortical insufficiency (abnormal water diuresis test corrected by prednisone, urinary 17-oxogenic steroids 6 mg/24 h, and a good clinical response to prednisone treatment which was given until delivery). At 29 weeks preeclamptic toxwemia developed, and delivery of a normal premature baby by emergency Caesarean section (Mr G Dixon) was necessary following an eclamptic fit at 32 weeks.
No lactation occurred post partum and amenorrheea persisted. The patient remained well without treatment. Subsequent investigations of adrenal function were similar to those before pregnancy, and no growth hormone (<1 ng/ml) could be detected during a repeat insulin tolerance test.
Discussion
Pregnancy is rare in hypopituitarism (Schneeberg et al. 1960) , but with increasing ability to measure (Landon et al. 1966 ) and treat (Gemzell & Kjessler 1964) partial and complete loss of pituitary function, it is probable that many more cases will be diagnosed and the effect of pregnancy on pituitary function studied.
This case confirms the finding that normal human pregnancy can be maintained without full pituitary function (Kaplan 1961) . There is nothing to suggest that there is any recovery of pituitary function following pregnancy in hypopituitarism as was first suggested by Sheehan & Murdoch (1939) . The pathological findings of the repair of post-partum pituitary necrosis (Sheehan 1965) would make this most unlikely. The failure of growth hormone response to insulin-induced hypoglycemia is a useful test of hypopituitarism and at present is the most sensitive test available (Landon et al. 1966 
